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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
disease. Thus, IgG- and iC3b-containing 
immune complexes are not inflammatory 
in C57BL/6 mice with intact CFH. Yet, 
when these mice lack CFH, sufficient C3b 
persists in glomeruli to generate C5a and 
activate C5aR. These studies highlight the 
importance of CFH and the C5a receptor 
in modulating the effects of glomerular 
immune complex injury, findings of inter-
est for therapy with complement-modifying 
agents. See page 961.
Proteinuria, lipoprotein 
receptors, and serum 
lipids
The nephrotic syndrome (NS) is a con-
sequence of urinary protein loss and is 
characterized by hypoalbuminemia and 
increased blood lipid levels resulting 
from decreased clearance. Wang et al. 
tested whether decreased apolipoprotein 
E (apoE) binding to lipoproteins in NS 
contributes to hyperlipidemia by decreas-
ing their affinity for lipoprotein receptors 
and/or the number of these receptors. They 
report a significant reduction of receptors 
for lipoproteins in nearly all tissues in NS, 
without a change in affinity for apoE. Thus, 
lipoprotein receptors are decreased during 
proteinuria, which contributes in turn to 
the hyperlipidemia of NS. The mecha-
nism underlying the decrease in receptors 
remains to be determined but should pro-
vide clues for potential future therapeutic 
interventions. See page 990.
C5a complement 
receptor and immune 
complex nephritis
Complement activation plays an important 
role in membranoproliferative glomerulo-
nephritis with C3 deposition due to genetic 
abnormalities in complement factor H 
(CFH). CFH protects C57BL/6 mice from 
immune complex–induced glomerulone-
phritis. In this issue, Alexander et al. stud-
ied the role of C5a receptor (C5aR) in this 
setting. CFH–/– mice had an exaggerated 
humoral immune response, which was 
normalized in CFH–/–C5aR–/– mice, high-
lighting the C5aR dependence. CFH–/– mice 
developed proliferative glomerulonephritis 
with endocapillary F4/80 macrophage infil-
tration. Proinflammatory macrophage infil-
trates were reduced in the double knockout 
mice, whereas anti-inflammatory mac-
rophages were increased fivefold compared 
to CFH–/– mice. Furthermore, mice lacking 
C5aR were protected from functional renal 
Diabetes, podocyte 
loss, and endothelial 
fenestrations
Podocyte detachment is considered a major 
contributor to diabetic nephropathy. Weil et 
al. took advantage of the Pima Indian study 
of diabetic nephropathy to study the relation-
ship of podocyte changes to classic structural 
changes in biopsies of 37 Pima Indians with 
type 2 diabetes, of whom 11 had normal 
albuminuria, 16 had microalbuminuria, and 
10 had macroalbuminuria. In patients with 
type 2 diabetes, the percentage of podocyte 
detachment was higher in macroalbuminuria 
than in normal albuminuria or microalbumi-
nuria. Podocyte detachment correlated with 
podocyte number per glomerulus and albu-
minuria. The percentage of endothelial-cell 
fenestration was lower in macroalbuminuria 
than in normal albuminuria or microalbumi-
nuria and correlated with glomerular base-
ment membrane thickness, albuminuria, 
fractional mesangial area, and the glomeru-
lar filtration rate. Podocyte detachment and 
diminished endothelial-cell fenestration 
were not correlated but were related to classic 
lesions of diabetic nephropathy. These find-
ings show the intricate connections among 
different glomerular cell types during the 
development and progression of kidney dis-
ease in type 2 diabetes. Future studies should 
explore whether podocyte detachment 
contributes to proteinuria and if reduced 
endothelial fenestration lowers glomerular 
hydraulic permeability. See page 1010.
